Ilow the artery wall acctumulates lipi(ls remains an important problem in the patlhogeniesis of atlher-osclerosis. The 
episodes of increased permeability brouglht about by minor endothelial injury, so that repeated infiltrations of lipid-richi macromolecules from the ambient plasma may take place. The object of the present experiments was to make a tlhorouglh studly of the corneal lesion following one injection of lipoprotein-riclh serum and then to test, for comparative purposes, the effects of repeatedly injecting the cornea witlh eitlher lipoprotein-rich or lipoprotein-poor lhomologous serum. Preliminary control procedures were also carried out.
MATERIALS AND METHODS
New Zealand wlhite rabbits of either sex, weiglhing [3] [4] [5] In an attempt to accelerate and augment the changes noted above, larger plaques were produced by the injection of larger amounts (0.3 ml) of chylomicron-free, hyperlipoproteinemic rabbit serum. This procedure was carried out in eight corneas. It resulted not only in a larger plaque and more rapid and intense vascularization, but also in a more marked foamcellular response and more prominent degenerative changes in the collagen fibers. The production of so many large foam cells provided an opportunity to study the arrangement; andl botlh are near vascular beds capable of proliferation and expansion into the adjacent avascular tissue-tlhe medial vasa vasorum into the intima of the artery and the limbal vessels into the cornea. An obvious difference between the artery and the cornea is that the former is continually subjected to pulsating intraarterial blood pressure. However, assuming that mild, episodic endothelial injury in man occurs tlhroughout life, leading to periods of increased intimal permeability to serum lipoprotein molecules, the parallel between the human lesion and the sertum-injected corneal model in the experimental animal can be preserved. It must be borne in mind, however, that evidence from any model is indirect.
From the corneas injected once with homologous hyperlipemic serum it could be seen that lipoprotein in its native serum, when placed in an avascular connective tisstue, first impregnates collagen fibers as very fine granules and is later taken up into lipophagic cells wlhere it assumes a globular form. It should also be noted that at no time during the full year of observation were foam cells seen to be degenerating or otlherwise breaking down and releasing their lipid content. In the experimental conditionis, once lipid is phagocytosed it remains intracellular for long periods. Furtlher 
